Bilateral Serous Retinal Detachments Associated with Accelerated Hypertensive Choroidopathy by Hirano, Yoshio et al.
SAGE-Hindawi Access to Research
International Journal of Hypertension
Volume 2010, Article ID 964513, 4 pages
doi:10.4061/2010/964513
Case Report
Bilateral SerousRetinalDetachments Associated withAccelerated
Hypertensive Choroidopathy
Yoshio Hirano,Tsutomu Yasukawa,andYuichiroOgura
Department of Ophthalmology & Visual Science, Nagoya City University Graduate School of Medical Sciences,
1-Kawasumi, Mizuho-cho, Mizuho-ku, Nagoya 467-8601, Japan
Correspondence should be addressed to Yoshio Hirano, yossyeye@yahoo.co.jp
Received 8 March 2010; Accepted 19 July 2010
Academic Editor: Franco Veglio
Copyright © 2010 Yoshio Hirano et al. This is an open access article distributed under the Creative Commons Attribution License,
which permits unrestricted use, distribution, and reproduction in any medium, provided the original work is properly cited.
Purpose. We report a case of hypertensive choroidopathy with bilateral serous retinal detachments. Patient. A 50-year-old man
underwent bilateral serous retinal detachments. Retinal arteriolar narrowing, vascular tortuosity, and arteriovenous nicking
were identiﬁed in both eyes. The blood pressure was 206/125mmHg. The patient was diagnosed with bilateral hypertensive
choroidopathy and treated with oral antihypertensive treatment. Results and discussion. One month after antihypertensive
treatment, the serous retinal detachments resolved and the visual acuity improved. A patient with those ﬁndings should be
considered as having hypertensive choroidopathy and treated as soon as possible.
1.Introduction
Hypertensive disease, in which there is persistent pathologic
elevation of arterial pressure and increased total peripheral
resistance, is associated with vascular lesions in the brain,
heart,kidneys,andeyes.Elevationofsystemicbloodpressure
causes both focal and generalized retinal arteriolar constric-
tion, presumably mediated by autoregulation. A prolonged
duration of particularly high blood pressure can be associ-
ated with a breakdown of the inner blood-retinal barrier,
with extravasation of plasma and red blood cells. Retinal
hemorrhages, cottonwool spots, intraretinal lipid, and, in
severecases,thedevelopmentofamacularstarconﬁguration
of intraretinal lipid can be seen [1–3]. When the choroidal
vessels are severely aﬀected by elevated blood pressure,
as in acute hypertension, ﬁbrinoid necrosis of choroidal
arterioles can cause occlusion of areas of choriocapillaris,
with a subsequent breakdown of the outer blood-retinal
barrier. In severe cases the optic nerve can be involved.
Although the retinal vascular changes and optic neuropathy
are well known, hypertensive choroidopathy usually does
not receive as much attention. Hypertensive choroidopathy
has been reported in toxemia of pregnancy, renal disease,
pheochromocytoma, and malignant hypertension [4].
W er e p o r tac a s eo fh y p e r t e n s i v ec h o r o i d o p a t h yw i t h
bilateral serous retinal detachments.
2.CaseReport
A 50-year-old man presented with a painless loss of vision
in his both eyes and dull, pressure-like frontal headache.
The best-corrected visual acuity (BCVA) was 20/200 and
20/50 in the right and left eyes, respectively. He had a
history of anterior ischemic optic neuropathy in the right eye
30 years ago. Slit-lamp examination showed serous retinal
detachment in both eyes and optic disc swelling in the
left eye (Figures 1 and 2). The optic disc in the right eye
w a sp a l e .A q u e o u sc e l l sa n dv i t r i t i sw e r en o to b s e r v e di n
both eyes. Retinal arteriolar narrowing, vascular tortuosity,
and arteriovenous nicking were identiﬁed in both eyes.
Fundus ﬂuorescein angiography (FA) showed window defect
associated with the macular cystoid change. Indocyanine
green angiography (IA) showed decreased perfusion of the
choroid at the macula in both eyes. His blood pressure
(BP) was 206/125mmHg. He had a history of hypertension
1 year ago, but had no medical treatment. The patient
was diagnosed with bilateral hypertensive choroidopathy.
He was treated with 40mg/day of oral nifedipine. His BP2 International Journal of Hypertension
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Figure 1: The right eye of a 50-year-old patient with severe hypertension at the ﬁrst visit. (a) Fundus photograph shows serous retinal
detachment. The optic disc is pale at the temporal side. (b) Optical coherence tomography (OCT) shows retinal detachment involving the
fovea and cystic change of inner retina. (c) Early phase images of ﬂuorescein angiography (FA) (left) and indocyanine green angiography
(IA) (right). (d) Late phase images of FA (left) and IA (right). FA shows window defect associated with macular cystic change. Note that
no active leakage is observed in the area with serous retinal detachment or cystoid edema. IA shows decreased perfusion of the choroid at
the macula and window defect with the damaged RPE. Hypoﬂuorescence (arrow) along the retinal artery are observed. These are unique
ﬁndings.
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Figure 2:Thelefteyeofthesamepatientattheﬁrstvisit.(a)Fundusphotographshowsserousretinaldetachment.Theopticdiscisswelling.
(b)OCTshowsretinaldetachmentinvolvingthefoveaandcysticchangeofinnerretina.(c)EarlyphaseimagesofFA(left)andIA(right).(d)
Late phase images of FA (left) and IA (right). Note that FA shows no active leakage corresponding to the area with serous retinal detachment
andstainingoftheswollenopticdisc.IAshowsdecreasedperfusionofthechoroidatthemaculaandwindowdefectassociatedwithdamaged
RPE.International Journal of Hypertension 3
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Figure 3: The right eye 1 month after treatment. (a) Fundus photograph shows the retina is reattached. (b) OCT shows that the retina and
cystoids change are mostly improved. (c) Early phase images of FA (left) and IA (right). (d) Late phase images of FA (left) and IA (right). FA
and IA show no remarkable ﬁndings. The hypoﬂuorescence along the retinal artery disappeared.
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Figure 4: The left eye 1 month after treatment. (a) Fundus photograph shows the retina is reattached and optic disc is not swelling. (b) OCT
shows that the retina is reattached. (c) Early phase images of FA (left) and IA (right). (d) Late phase images of FA (left) and IA (right). FA
and IA show no remarkable ﬁndings.4 International Journal of Hypertension
was gradually improved. On posttreatment day 30, the
serous retinal detachment disappeared in both eyes (Figures
3 and 4). The optic disc has become normal. His BCVA
was recovered to 20/500 and 20/16 in the right and left
eyes, respectively. The optic disc in the right eye remained
pale due to anterior ischemic optic neuropathy 30 years
ago.
3. Discussion
Severe systemic hypertension is associated with signiﬁcant
damage of end organs, such as eyes, heart, central nervous
system, and kidneys. Choroidal lesions are less commonly
recognized than retinal and optic nerve lesions [5].
The ophthalmic artery branch of the internal carotid
artery supplies the optic nerve and retina, extraocular
muscles, and eyelids. Branches of ophthalmic artery include
the central retinal artery and short and long posterior ciliary
arteries. The central retinal artery and vein supply the inner
(anterior) two thirds of the retina. The choroid lies between
the retinal pigment epithelium and sclera. The choroidal
circulation receives blood primarily from the short and long
posterior ciliary arteries and delivers blood to the retinal
pigment epithelium, optic nerve, and outer (posterior) one
third of the retina. The retinal photoreceptors and pigment
epithelium are nourished by an inner layer of the choroid
which is called the choriocapillaris.
Accelerated hypertension and/or ophthalmic/ciliary
artery occlusion may result in choroidal ischemia. With
complete ophthalmic artery occlusion, both the retinal and
choroidal circulations are compromised. Compromise of
ciliary arteries may occur without retinal artery involvement,
leading to choroidal ischemia, which causes hypertensive
choroidopathy. The RPE becomes necrotic; this may result
in serous retinal detachment and/or localized pigment
epithelial detachment. Some of these are attributed to a
breakdown of the inner blood-retinal barrier with retinal
endothelial cell decompensation.
It is notable that no active leakage is observed in the
area with serous retinal detachment in our patient. IA shows
hypoﬂuorescence along the retinal artery. Although it is
unclear that this ﬁnding is cause or eﬀect, it may play a role
in the pathogenesis of this case.
The narrowed arterioles, vascular tortuosity, and arteri-
olovenous nicking in the retinal vessels were also observed.
These ﬁndings are relatively common in longstanding hyper-
tension. It seems that the patient had a history of long-
standing chronic hypertension, and a sudden BP elevation
triggered it oﬀ and formed this condition.
After antihypertension treatment, the serous retinal
detachment disappeared, and his BCVA was recovered. In
most cases with hypertensive choroidopathy, visual acuity
returns to normal by controlling their BP. However, there
is a case reporting that the visual acuity was not recovered
in spite of being controlled the BP [6]. A patient with those
ﬁndingsshouldbeconsideredashypertensivechoroidopathy
and treated with antihypertension therapy as soon as possi-
ble.
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